N euromyelitis optica (NMO) is an autoimmune inflammatory channelopathy of the central nervous system mediated by serum antibodies against aquaporin-4 (AQP4-IgG), which affects mainly the optic nerves and the spinal cord . An International Panel of experts convened in 2015 and replaced the term NMO with NMO spectrum disorders (NMOSD) with the aim of including the typical limited forms of the syndrome, namely: myelitis, optic neuritis, area postrema syndrome, acute brainstem syndrome, acute diencephalic syndrome or narcolepsy, and symptomatic cerebral brain lesions with brain MRI findings of NMOSD. The exclusion of alternative diagnoses remains mandatory and, keeping this in mind, according to the Panel it is now possible to render the diagnosis of NMOSD even for those patients with AQP4-IgG status unknown 2 . The concept of a "spectrum" of NMO is very welcome in the hands of experts, taking into account the recurrent pattern of the disease and its severity, thus allowing early diagnosis and treatment. On the other hand, it can pose problems and diagnostic errors for the non-specialist. As a result, the best way to minimize errors and improve diagnostic accuracy in general is to know, as much as possible, the range of clinical manifestations of the disease as well as its behavior in the long term.
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In this issue of Arquivos de Neuropsiquiatria, Del Negro et al. 3 add clinical information about 34 Brazilian patients diagnosed with NMOSD and 40 patients with longitudinally extensive transverse myelitis (LETM). There are few differences from the previously published Brazilian series, which is not a weakness of the study but confirms our knowledge and reinforces the role of reliable science in replicating results. Worthy of note was the finding of autoimmunity markers more often in monophasic than in relapsing forms of NMO
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. According to the authors, this finding may be a result of the small sample size. As for MRI, it would be interesting that the authors had verified the existence of bright spotty lesions (BSL, similar or higher in signal intensity than cerebrospinal fluid on the axial T2W images) given that these have been shown to be highly sensitive and specific in the diagnosis of LETM that occur in the context of NMOSD 5 . Pekcevik et al. 6 showed that BSL was found to be a specific finding (sensitivity: 64.6%; specificity: 89.1%) for differentiating NMO from MS and NMO from all the other causes of LETM.
Del Negro et al. 3 discuss the characteristics of other Brazilian series (in table 4 ) and a quick glance shows 155 cases of NMOSD patients studied since 2002. The problem of the small size of the series could be solved with multicenter studies and the creation of a national database 7 . A multicenter German study (NEMOS) was able to gather 175 patients with NMOSD 8 . Considering the continental dimensions of Brazil, we would be able to gather an even greater number of cases.
We must realize that now is the time to take a step further, moving beyond papers that repeat and confirm to exhaustion the clinical and epidemiological characteristics of NMOSD. It is time to join efforts to facilitate access to the AQP4-IgG test throughout the national territory with the best available technique 9 . It is time to expand and establish the conditions to carry out the anti-MOG research in our country 10 . It is time to work together for a better understanding of the pathophysiology of NMOSD, in order to answer why there are seronegative forms or why there are mechanisms of injury that do not depend on the activation of the complement
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. This is how we will take the lead in NMOSD research and we will be able to effectively contribute to a better quality of life for our patients.
